FIGURE 2. Apical four-chamber echocardiographic view demonstrates a mural thrombus at the left ventricular apex (arrow).
A 52-year-old man had longstanding hypertension and asymetric septal hypertrophy and normal major coronary arteries. His acute anterior wall ischemia gave rise to transient Q waves and septoapical dyskinesia, complicated by mural thrombus formation. Follow-up revealed a gradual and complete recovery of echocardiographic left ventricular function with total disappearance of mural thrombi and of electrocardiographic Q waves. Acute myocardial ischemia can cause prolonged electrical and mechanical stunning which can lead to mural thrombus formation.
T ransient Q waves and prolonged left ventricular (LV) dysfunction (myocardial stunning) during acute myocardial ischemia have been described previously. 13 However, mural thrombus formation in this setting has, to the best of our knowledge, not yet been reported.
We describe a patient with asymmetric septal hypertrophy (ASH) and normal major coronary arteries in whom an acute ischemic episode gave rise to transient Q waves and a septoapical dyskinesia complicated by mural thrombus for- Pseudomembranous colitis has been reported with the use of cephalosporins (and other broad-spectrum antibiotics): therefore, it is important to consider its diagnosis in patients who develop diarrhea in association with antibiotic use. 
Altered Laboratory
Tests: Increased prothrombin time, increased BUN, increased creatinine, false-positive test for urinary glucose, increased alkaline phosphatase, neutropenia, thrombocytopenia, and leukopenia mation, with gradual improvement and complete normalization after 14 days.
CASE REPORT
A 52-year-old man with longstanding hypertension but no history of heart disease, was admitted following one episode of syncope and chest discomfort which developed after exertion. Physical examination revealed a double apical impulse, a loud fourth heart sound, and a grade 1/6 apical systolic murmur. There were no signs of congestive heart failure. The ECG recorded on admission (Fig 1B,C) showed ST segment elevation in V2-V6 and small Q waves in the same leads which were not present in a previous ECG recorded 2.5 months earlier (Fig IB) . Cardiac enzymes were not diagnostic of myocardial infarction. A two-dimensional echocardiogram performed on the second day demonstrated asymmetric septal hypertrophy (ASH) with septal/free wall ratio 1.5/1 and mild systolic anterior movement (SAM) of the anterior leaflet of the mitral valve, septoapical dyskinesia and masses in the apical portion of the LV, which were felt to represent mural thrombi. Doppler echocardiogram revealed no LV outflow tract gradient. Continuous intravenous heparin sulfate was started. On the third day, the ECG disclosed inverted giant T waves and small Q waves in leads V2-V5 (Fig ID) . This ECG pattern was recorded until the 11th day of admission, when disappearance of the Q waves was noticed (Fig IE) . Echocardiograms (Fig 2 and 3) performed every two days showed gradual improvement of contraction and complete normalization after two weeks. There was also gradual resolution of the mural thrombi. At this stage, gated radionuclide ventriculography showed normal LV wall motion and ejection fraction of 60 percent. During hospitalization, the patient had no recurrent chest discomfort, signs of heart failure, or cardiac arrhythmias. On the tenth day, coronary angiography was performed and revealed only a 60 percent obstruction of the distal first marginal branch of the circumflex artery. No attempt was made to determine the presence of wall motion abnormality or intraventricular pressure gradient, for fear of dislodgement of the mural thrombi. Follow-up three and six months later revealed complete normalization of the ) showing the evolutionary changes of severe myocardial ischemia. 4 Prolonged LV dysfunction and transient abnormal Q waves during severe ischemic attack (myocardial stunning) have been described previously. 13 However, mural FIGURE 3. Mild transducer angulation allows a better view of the mural thrombi, thrombus formation in this setting has not yet been described which is surprising because the same condition that favors thrombus formation (apical dyskinesia) is present in both myocardial infarction and prolonged myocardial ischemia.
Our patient was considered to have an episode of myocardial ischemia because elevation of serum cardiac enzymes diagnostic for MI were absent, and the electrical and mechanical stunning gradually disappeared within 14 days. A further interesting point in the present case is the fact that our patient suffered an acute ischemic episode in the presence of normal major coronary arteries and ASH. Transmural infarction or ischemia can occur in patients with hypertrophic cardiomyopathy even in the absence of coronary atherosclerosis. 5 The most widely accepted mechanism is intramural ("small vessel") coronary artery disease which is found commonly in these patients." It is possible that our patient had primary hypertrophic cardiomyopathy and the ischemic attack could be ascribed to "small vessel" disease. Another possibility is that ASH in our patient was not a manifestation of hypertrophic cardiomyopathy but of a secondary phenomenon to his long-standing hypertension as described previously. 7 If this were the case, the ischemic episode could be coronary spasm with prolonged stunning. A similar case report has been described recently. 3 Acute myocardial ischemia can cause prolonged electrical and mechanical stunning which can lead to mural thrombus formation. Routine echocardiographic studies in patients who present with severe myocardial ischemia may reveal that LV thrombus formation is not an unusual finding.
